
Dear Gordon: 

Froa your latter, I aan me that w are both flounderihg in different parts 
of the aam 4ai.m. One of the intereetihg comlusions tk t can be drawn is that 
tha haploid prototrophs arise from the mme sort of peturbed nmchatxissls QI aah 
be men in tha ctiploid heturosygotes. Sow of thect peturbations (ride q letters 
of Marah 20 and 24,) may help to understand (in ” “) what you are ruIln* into. \ 

Sinae Sr is appwtly close4 linked to &al, and rhows the aam &manigan~, 
f think that‘ ft ia possible that your diffic+tice in findihg Sr As’ oomplementaries 
sop ba dw to Weir non-exlatenee in mat moises, much aa you find boa “cos~p1emen- 
tarhm” in your nutritiod s01eaw0&¶ to ba lilaIT. If El@, then ttlfs is not 80 
ouitable 2 teaht&ue after all, unfortutlirtely. U find it a little difficult to 
foumu your latter ka detail, bt3causa I don’t see just how your factors wvws 
coupled in the crosses, but I should be able to infer this. 

Thora Is mully w Dependent evidsnae that S is linked to Yj the tdererme 
3.a bared on the freqwrrey of Sr kr prototmphs, snd t&e ossumpCior, that this is 
regulated principally by linkage to M+. The waumption ia false, so the oomlurion 
may b also, QUPeriqwscOd on the (prab&Ae) true linka@m, tima is this Pqgnrterlous 
directed segregation (possibly by linkage to equally agysterioua haplo-lrtial 
deletiona; o and in ;;ddition tha homqqgosis [by intemalary miosie and refusion?g 
for f~tors M,eh should be hetmoaygo&s. I am a little mkrprised that even thm 
hinta of li;le;ur linki@ that do persist oan be seen through this IBL)~~. Dut there 
&a enough confusion already a@,y to cover aueh paz-adoxas as the "100% aroWagwmr” 

,' betmmn P ard T. Pou ra;l;r indeed be eeleetkg for !I+, perhaps not oxtrinsiaally, 
but akply ate a feature of the non-random segregation of alternative allels t2m t 
I SW hope ean be explained in terma of deletions tntroducsd into the dlplophase. 

Raaehtly bhbu been trying to find etidsnm that som faaturs of 0011 gemtics 
my be atoohastic, and I my have it in mutation. I mentioned in 3/;Ld H-226 
whiuhie Laa1- Laal;+ &al- //La&l’ Ly- Mal+ , i.e., phenotyp5mtlly Lac v Mall 

and that Mal-(homozygoua) Lao f “partial sogregantW rarely occur from H-226. One 
of these wa8 Lm v QL v &I.- (I&23&). I hme been obtaining remmm irs;ttotlona 
for Mal from H-238, iuza testing the revert diploids, how heteroaygoua for &.I. and Xyl, 
for the M&age phase loouplihg or sis, and repulsion or tram] of them t:ro mWkOr8, 
whiuh are quite clow4 linked in the diploid. A fair number of swh tests have bean 
faad6, and bssentfally qual numbdrs of the independently occurring r8verrlow have 
been in the two phasea, showing that the two allele, which are derived from the same 
nattation, have an equal llautabilfty. The suucem of this experiment providea unequi- 
W&L support for the test for hemlzygosity (failure of reversions to segre ate) 
which ia the baaia of the idea of deletions or deficiencies in the diplofd. f Mal p is 
very emeptional; aknosb all diploids have been I&l- h&ygoua.) 



Just one other research item: a mutation in K-12 which makes for a constitutive 

lactase. Later I found that this was the same as one of the Laci suppressors of 
L2c3- (ml- M&l- Lac-). 

I am very sorry that you are not going to have time to finish this work at 
leisure, but I hope thatbthis may provide you with some incentive to take it up 
again after your internship. Zinder has made some very good progress with sexuality 
in SaLmonella typhimurium during the last two weeks and yoi might perhaps 
amuee yourself by thinking about the potentialities. I don't have to mention 
again how stimulating I would find your collabonrtion, and my consequent unwil- 
lingness to regard the subject as closed. 

Mll I see you in Columbus this September? 

Sincerely, 

Joshua bdegberg 


